Since the first description of thrombotic thrombocytopenic purpura by Moschcowitz (1925) some progress has been made in understanding the pathogenesis of the disease. The condition is closely related to thrombotic microangiopathy described by Symmers (1952) and to the haemolytic-uraemic syndrome first described in the child by Gasser et al. (1955) and in the adult by Dunea et al. (1966) .
Case Report
A 26-year-old physiotherapist was apparently healthy until January 1971, when he complained of progressive weakness. A few days before admission to hospital he had pain in the lumbar region, headache, red urine, and prolonged bleeding of a small wound. In 
Comment
Thrombotic microangiopathy is characterized by haemolytic anaemia and thrombopenia. The typical histological changes are fibrin deposition in arterioles and glomerular capillaries, with frequent occlusion of the vessels. This lesion has been shown to be directly responsible for the red cell fragmentation and haemolysis (Bull and Brain, 1965) . Thrombopenia is probably secondary to the consumption of platelets in the fibrin thrombi.
Corticosteroids and heparin treatment are the only therapeutic measures generally applied. The use of drugs which inhibit platelet adhesiveness and aggregation such as aspirin and dipyridamole has been advocated in association with anticoagulants in acute glomerulonephritis, malignant hypertension, and also in kidney transplant rejection (Kincaid-Smith et al., 1970) . Recently it has also been shown that dipyridamole is able to prevent platelet consumption and systemic emboli resulting from prosthetic heart valves (Harker and Schlichter, 1970) . Aspirin has no corrective effect on platelet survival when given alone but was found to have a potentiating effect on dipyridamole.
In the present case we initiated treatment with aspirin and dipyridamole with the hope of preventing platelet consumption after the failure of heparin and prednisone therapy. The effect of the treatment was extremely rapid, resulting in a normal platelet count in three days. The haemolytic syndrome improved more gradually (see Chart).
Because the treatment of thrombotic microangiopathy with aspirin and dipyridamole is simple to handle and without 
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Splenic abscess is an uncommon surgical problem. Reid and Lang (1954) quoted an incidence of 67 out of 16,514 necropsies (04%). In only one of these cases was the correct diagnosis made before death.
The following case is unusual in that Salmonella agona, which until recently was a very uncommon salmonella serotype in Britain, was the cause of a very large splenic abscess.
Case Report
The patient, a 22-year-old college student, was admitted to hospital on 5 January 1971. One month previously she had developed an influenza-like illness with general malaise, cough, and purulent sputum. At the same time some of her colleagues had developed a gastrointestinal illness which occurred after a college supper dance. The patient, however, did not attend the function and did not have any gastrointestinal symptoms at that time. She continued to remain unwell and febrile with rigors and symptoms of a chest infection. Two weeks before her admission to hospital she began to develop left-sided abdominal pain which was later accompanied by swelling of the left hypochondrium and diarrhoea. These symptoms persisted up to her admission. There was no notable past medical history.
On examination she appeared thin, ill-looking, and pale. Temperature was 103°F (39 4°C), pulse 120/min, regular, and blood pressure 130/80 mm Hg. There was dullness on percussion of the chest, and breath sounds were reduced at the left base. On palpation a very large, fluctuant tender mass was occupying the whole of the left hypochondrium. Rectal examination was negative. A provisional diagnosis of intra-abdominal abscess was made.
Investigations were: haemoglobin 10-4 g/100 ml; M.C.H.C. 32-4 g/100 ml; white blood count 20,400/mm3, with 86% neutrophils; E.S.R. 68 mm/hr. Several blood cultures were negative. Chest and abdominal x-ray pictures confirmed the presence of a mass in the left hypochondrium. A clinical diagnosis of a splenic abscess was made. On 6 January under a general anaesthetic, an incision was made over the maximal area of fluctuation and 2-5 1. of foul yellow pus was obtained. After drainage this was seen to have come from an enlarged spleen that was thinned owing to distension by the pus. Tube drainage was inserted.
Bacteriological examination of the pus yielded a profuse growth of Saim. agona. Examination of the faeces showed the same organism to be present. Chemotherapy with ampicillin was started. Although pus continued to discharge through the drainage tube the patient's clinical condition slowly improved. On 22 January, under a general anaesthetic, splenectomy was performed through an upper midline incision and 600 g of spleen was re- 
